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Background Results
* During HAART the number of HIV-1 infected cells in vivo rapidly declines due to the Figure 1. Differential Susceptibility of Infected and Uninfected CEM Cells to Table 1. Screening of Various CDK Inhibitors and Related Molecules for Table 3. Antiviral Activity of CDK Inhibitors in Primary T-Lymphocytes
short life span of activated/infected T-lymphocytes, killing by cytotoxic T-cells, and the CDK Inhibitors HIV-1 Specific CEM Cell Killing and Macrophages
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inhibitors have been identified' that selectively kill HIV-1 infected cells. O | oS 3 550 R [e I Lo E DR (00T AB\Iustterg:gtlga:ee1 1 234>; 202 Zg 292:5 197 Zg
"Wang D, De la Fuente C, Deng L, et al. Inhibition of human immunodeficiency virus type 1 transcription by chemical Indirubin-3’-monoxime Iso-olomoucine Olomoucine, N9- 50.7 >200 >4 CDK1(2000) y
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« Chronically infected cells: ACH-2 cells are CEM-derived cells chronically infected with S 4! 40 | 40 ] (>10fold) |Indirubin-3-monoxime ST TETERATIoTe 106 | 29 28 20 hours, stained with anti-p24 antibody, and analyzed by flow cytometry.
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and cell viability was measured by XTT assay. S 1 ] Indirubin-3-monoxime-5-sulphonic acid __|CDK2 Inhibitor peptide 118.8 290 >2.4
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for four or five days. HIV-1 production was measured in culture supernatants by p24 Hnknown - CDK Inhibitor peptide __ None =181 >119 na » This has led to the discovery of several classes of CDK inhibitors that
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antigen ELISA assay. e Pairs of uninfected (open squares) and ch_ronlcally infected cglls (cl_osed square$) of Indirubin-3-monoxime-5-sulphonic acid | None >161 >184 n/a also have antiviral activity in primary T-lymphocytes and macrophages.
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